Perforation of the intestines in utero results in leakage of meconium into the peritoneal cavity. Inflammatory reaction and chemical peritonitis occurs, which subsequently seals forming intra-abdominal calcifications. Huge abdominal cyst formation and ascites may develop which can cause foetal cardiac insufficiency and cardiorespiratory compromise after birth. [3] Prenatal ultrasound is diagnostic. [4] Management begins at delivery. Fluid resuscitation may be needed if the baby is in shock. Bag-mask ventilation may further aggravate bowel distension. Endotracheal intubation with controlled ventilation is preferable. Initial stabilisation of cardiopulmonary parameters and blood gas analysis, CRP, lactates, haematocrit, blood count, platelets, electrolytes, culture and cross match are done. Inotropes are started early if haemodynamic instability does not respond to fluid boluses. Chest and abdominal radiographs, ultrasound of abdomen and echocardiography are preferable as persistent pulmonary hypertension may complicate the management. These babies are then managed in a staged approach. An abdominal drainage with ultrasound guidance under local anaesthesia is preferred in critical neonates. Exploratory laparotomy with adhesiolysis and enterostomy is done in haemodynamically stable babies.Finally, stoma closure is performed. Prolonged antibiotic administration postoperatively and enteral nutrition may warrant PICC insertion. Complications such as wound infection, intestinal fistula, abdominal abscess, cerebral haemorrhage due to disseminated intra-vascular coagulation, sepsis and multi-organ failure may occur. [3] Financial support and sponsorship Nil. was inserted through the right cephalic vein. There was an episode of hypotension where blood pressure fell to 42/20 mm Hg for which fluid bolus was given and dopamine infusion started at 10 μg/kg/min. The large calcific deposit was removed, meconium was aspirated and suture of ileal perforation was done. Baby was electively ventilated and extubated on the 4 th post-operative day.
The second baby weighing 2 kg was delivered at term by caesarean section. Apgar score was 9/10 at 1 min, HR: 142/min, RR: 48/min and CRT < 3 s. Abdomen was distended. Ultrasound revealed dilated bowel loops with echogenic contents and free fluid suggestive of meconium peritonitis. Haematological investigations were normal. Baby was posted for emergency laparotomy on day 1 of life. Anaesthesia was induced with sevoflurane in O 2 . Rocuronium 1.2 mg/kg was administered and modified rapid sequence induction was performed with cricoid pressure and gentle ventilation. Exactly 45 s later airway was secured with 3.5 mm ID endotracheal tube. Anaesthesia was maintained on sevoflurane at 1.2 MAC, air, O 2 mixture (50:50) and fentanyl 2 μg/kg. Adhesiolysis with excision of meconium pseudocyst in jejunum was performed. PICC (1 Fr G) was inserted through left great saphenous vein. Trachea was extubated on table.
Meconium peritonitis is an aseptic chemical peritonitis which results from perforation of the gut in utero. [1] Incidence is 1 in 35,000 live births. [2] Possible causes include mesenteric ischaemia, volvulus, intestinal atresia, meconium plugs, internal hernia and Hirschsprung's disease. [3] Other associations include chromosomal aberrations and cystic fibrosis. This is an open access article distributed under the terms of the Creative Commons Attribution-NonCommercial-ShareAlike 3.0 License, which allows others to remix, tweak, and build upon the work non-commercially, as long as the author is credited and the new creations are licensed under the identical terms.
Transient loss of voice during labour analgesia
Sir,
A 30-year-old full term American Society of Anesthesiologists 1 primigravida patient was administered labour analgesia (LA) on demand at 4-5 cm cervical dilation employing combined spinal epidural (CSE) technique. In sitting position, assuring asepsis, 18 g epidural catheter was sited in L2-3 space threaded up to 10 cm, checked and fixed. After that, 1cc of 0.125% preservative free isobaric bupivacaine (1cc of 0.25% preservative free bupivacaine double diluted with sterile normal saline) and 10 μg fentanyl was injected intrathecally via 26 g Quincke needle at L3-4 space. Maternal and foetal vital parameters remained stable.
She had satisfactory pain relief in 10 min and was chatting comfortably when suddenly after 12 min, we noticed loss of voice (she was unable to talk). Other than that there was no neurodeficit or dyspnoea. Spinal level was limited to T6. She was fully awake, oriented and continued communication with us by writing. All maternal and foetal vital parameters remained normal. She was pain free and her labour progressed normally. She was worried but not hysterical. No further abnormality was revealed in neurology consultation. As no further deterioration was noted, we counselled the patient and relatives regarding this event being a rare but reversible drug side effect and reassured them about both maternal and foetal well-being.
Epidural bolus was held off, which otherwise would be given at 30 min after spinal injection. By 45 min of the event the phonation started returning and by 1 h she was able to speak normally. Simultaneously cervix was found to be fully dilated and she went on to have a normal vaginal delivery. Ten millilitre 0.25% bupivacaine was given epidurally for episiotomy suturing. The epidural catheter was removed after suturing. The post-operative recovery, hospital stay and follow up for 3 months was uneventful.
Cerebral complications of preeclampsia, thrombo-embolic phenomena, absence seizure or high spinal can mimic symptoms of transient ischaemic attack in a parturient. However, our patient did not fit into any of these categories. Kuczkowski and Goldsworthy [1] reported a case of a previously healthy parturient who received 10 μg of fentanyl combined with 2.5 mg of bupivacaine intrathecally as a part of CSE technique for LA and At 4 min after intrathecal injection she suddenly developed transient aphonia and aphagia. The pinprick sensory level of analgesia was found to be at T3 and her symptoms resolved in 20 min. Gupta et al. [2] reported aphonia and aphagia in a male patient posted for lower limb debridement at 3 min after receiving 12.5 mg heavy bupivacaine with 25 μg fentanyl intrathecally which recovered spontaneously in 10-15 min. In both cases the authors believe extensive cephalad spread of fentanyl through the Cerebrospinal fluid (CSF) as the cause for neurological symptoms. There has been a study which noted rapid cephalad spread of fentanyl in the cervical CSF after lumbar administration. [3] Sudden onset, life-threatening respiratory depression have been reported following administration of intrathecal fentanyl
